The experimental model, social disruption (SDR), is a model of social stress in which mice are repeatedly attacked and defeated in their home cage by an aggressive conspeciWc. In terms of the impact of this stressor on the immune response, SDR has been reported to cause hyperinXammation and glucocorticoid insensitivity. To this point however, the behavioral consequences of SDR have not been thoroughly characterized. Because social defeat has been reported to cause anxiety-and depressive-like behaviors, the current study was designed to assess whether SDR also causes anxiety-and depressive-like behaviors. Using the light/dark preference test and the open Weld test as tools to measure behaviors characteristic of anxiety, the data showed that C57BL/6 and CD-1 male mice subjected to SDR displayed increased anxiety-like behavior. The increase in anxiety-like behaviors persisted for at least 1 week after the cessation of the stressor. In contrast, depressive-like behaviors were not elicited by SDR as assessed by the forced swim test or the tail suspension test. These data indicate that social disruption stress causes an increase in anxiety-like behaviors, but not depressive-like behaviors.
Introduction
Social defeat stress causes changes in immune function and behavior. In an animal model of social stress termed social disruption (SDR), resident mice are subjected to repeated attack and defeat in their home cage by an aggressive intruder mouse (Stark et al., 2001) . Mice that display submissive behaviors during SDR are still attacked by the aggressor (Avitsur et al., 2001) . After the 2-h session of SDR, defeated mice show a two-fold increase in plasma corticosterone (Avitsur et al., 2001 ) demonstrating the high magnitude of the ensuing stress response.
Social defeat has been shown to have immunosuppressive eVects. For example, socially defeated mice had reduced mitogen-induced splenocyte proliferation, as compared with handled controls (Beitia et al., 2005) . Similarly, splenocytes from socially defeated mice immunized with sheep red blood cells formed signiWcantly fewer plaqueforming and rosette-forming cells than controls (Devoino et al., 2004) . Defeat in the SDR model, however, causes an increase in the production of the proinXammatory cytokines IL-1 , IL-6, and TNF-(Avitsur et al., 2002, 2003) and a marked insensitivity to the glucocorticoid hormone corticosterone (Stark et al., 2001 ). Similar to the observed diVerences in the immune eVects of SDR, the biobehavioral
